Previous research into the social distribution of early life depression has yielded inconsistent results regarding the causes and course of subgroup depression disparities. This study examines the topic by analyzing National Longitudinal Study of Adolescent Health data, modeling gender and racial/ethnic differences in early life depression trajectories and investigating the influences of stress and socioeconomic status. Results indicate females and minorities experience elevated depressive symptoms across early life compared to males and whites. SES and stressful life events explain much of the racial/ethnic disparities. Blacks, Hispanics and females show greater sensitivity to the effects of low SES, and in the case of females, SLEs. Overall, this study develops a nuanced, dynamic model of the multiplicative effects of social disadvantage on early life depression disparities.
For nearly three decades, the social determinants of depression have remained a dominant theme in the mental health literature. During this period, studies providing greater conceptual clarity and more nuanced statistical models have substantially advanced our understanding of social disparities in depression. Yet, despite countless inquiries, significant gaps remain in our knowledge of how some of these established relationships develop over the life course.
There is now a sizeable literature suggesting that adolescents experience higher rates of depressive symptoms than adults (Wight et al. 2004; Ge et al. 2006) . It is also becoming evident that depression is not uniformly distributed across adolescent groups. For example, studies find elevated rates of depression among females compared to males, beginning in early adolescence (Petersen et al. 1991; Hankin et al. 1998) . Racial/ethnic differences in depressed mood are also documented, although the direction and magnitude of these differences have been inconsistent. For example, studies show that adolescent blacks (Garrison et al. 1990; Gore and Aseltine 2003) , Hispanics (Twenge and Nolen-Hoeksema 2002) , Asians (Greenberger and Chen 1996) and whites (Dornbusch et al. 1991 ) each exhibit higher rates of depression than other racial/ethnic groups. Surprisingly, little has been done to integrate these findings into a robust, unified model of how gender and racial/ethnic differences in depression develop in early life.
We draw upon a stress process framework to elucidate the antecedents of and changes in depressive affect across early life. Over the past several decades, the stress process has become a central paradigm in sociological research for explaining inequalities in adult mental health (see Pearlin et al. 1981; Pearlin 1989) . From a developmental perspective, stress process models are informative because they emphasize the early social structuring of stress exposure and vulnerability that ultimately shape long-term patterns of psychological well-being. Indeed, several studies show that childhood SES influences psychological health in early life (McLeod and Shanahan 1993; Costello et al. 2003) , and although SLEs are also known to play a role (e.g., Turner and Avison 2003; Ge et al. 1994 Ge et al. , 2006 , it is less clear how these mechanisms exert their effects longitudinally. Recent studies attempt to address this shortcoming by examining depression trajectories to better understand temporal variation in negative affect and in its social etiology (e.g., Ge et al. 2006) . Despite these contributions, research has been slow to integrate the principal components of the stress process with the life course construct of a depression trajectory.
This study uses a large nationally representative, longitudinal sample of U.S. adolescents and young adults to investigate age-based trajectories of depressive symptoms. Several key questions guide the analyses. First, how do trajectories of depressive symptoms differ by gender and race/ethnicity as adolescents transition to young adulthood? Second, to what extent, and through what mechanisms, does the stress process explain differences in depression trajectories? Specifically, does childhood SES explain race and gender differences in adolescent trajectories of depressive symptoms? Are gender and race differences in depressive symptom trajectories related to differential exposure and/or vulnerability to SLEs?
Structure, Stress and the Distribution of Early Life Depression
One of the most robust findings in the mental health literature is the pronounced gender difference in depression (Nolen-Hoeksema 1990) . Studies suggest that gender differentials emerge in early adolescence (e.g., Angold et al. 1998) , and that rates of depression are approximately twice as high among females, regardless of the diagnostic scheme (Culbertson 1997; Nolen-Hoeksema 1990) . Although some evidence suggests that elevated rates of depression among adolescent females can be traced to hormonal changes during puberty (Angold et al. 1998) , the predominant explanation identifies gender discrepancies in social status, and exposure and vulnerability to stress. It is argued that gendered social roles situate females in undesirable environments, which produce greater exposure to stress compared to males (Turner and Lloyd 1999; McLeod and Kessler 1990 ). Further, both adolescent and adult research suggests that women are not only more exposed to SLEs, but may also be more vulnerable to their negative effects on mental health (Ge et al. 1994; . However, other experts have argued that gender differences in stress vulnerability are actually disorder specific (Aneshensel et al. 1991) , with females generally reacting to stress with internalizing symptoms, and males expressing an equal degree of stress response though externalizing behaviors.
Established theory also suggests that structural disadvantages faced by racial/ ethnic minorities produce greater exposure and vulnerability to stress and consequently poorer mental health compared to their socially advantaged counterparts. Results from both community-level and large-scale longitudinal studies show that blacks report higher levels of depressed mood than whites during adolescence and young adulthood (Garrison et al. 1990; Gore and Aseltine 2003) . Similar studies also indicate that Hispanics and Asians are at an increased risk for depressive symptoms during adolescence and young adulthood compared to whites (Gore and Aseltine 2003; Twenge and Nolen-Hoeksema 2002) . Despite the evidence supporting a minority disadvantage in depression, some studies contradict this argument. A review of the literature by Nettles and Pleck (1996) , for example, finds that although black youth are at greater risk for many negative behavioral and health outcomes, their rates of depression are often lower than white adolescents. Likewise, findings from a large multiethnic adolescent sample indicate that white youth report significantly more depressive symptoms than black and Hispanic adolescents (Dornbusch et al. 1991) .
Inconsistent findings on the distribution of adolescent depression may be due to age variations in the development of the stress process. There is now mounting evidence that depressive symptoms follow a normative pattern of increase through early and middle adolescence, peak during late adolescence, and decline in early adulthood. This conclusion is supported by longitudinal research finding curvilinear trajectories in samples of individuals aging through adolescence and young adulthood (e.g., Ge et al. 2006) , as well as by research in younger samples showing linear increase through middle adolescence (e.g., Garber et al. 2002) , and studies of young adult samples showing linear decrease or stability through the 20s (e.g., Galambos et al. 2006) . Despite the collectively strong evidence for a curvilinear trajectory of depression across adolescence and young adulthood, the explanation and social distribution of this pattern remain poorly understood.
Theoretical Framework and Hypotheses
The stress process model has long served as a primary theoretical orientation for understanding the structure and consequences of stress (Pearlin 1989) . The basic logic of the stress process model is that the social location of individuals influences stress exposure and vulnerability that, in turn, produce physical and psychological responses. Among the most salient consequences of stress for adolescents is the development of depressive symptoms. Despite the theoretical import of such a perspective, no studies have incorporated the central components of the stress process into trajectory analyses of early life depression. We propose several hypotheses to investigate gender and race disparities in depression across this developmental period.
Hypothesis 1a: Female adolescents will exhibit greater levels of depression than males, and the gender difference will persist across early life.
Previous studies consistently show that females report higher levels of depression compared to males in both adolescence and young adulthood (NolenHoeksema 1990) . This gender gap has been shown to emerge in early adolescence and persist across early adulthood (e.g., Ge et al. 1994) . Based on these findings, we hypothesize that females will have higher levels of depressive symptoms at baseline and that the gender gap will persist across early life.
Hypothesis 1b: Minority adolescents will exhibit greater levels of depression than whites, but this disparity will vary across racial/ethnic groups, with blacks and Hispanics exhibiting persistent disadvantage across early life, and Asians experiencing disadvantage primarily in adolescence.
Although empirical findings on the topic are mixed, theoretical perspectives suggest diminished psychological well-being among minorities in early life for several reasons, some of which vary by race/ethnicity. For example, structural theories of disadvantage suggest that the interlocking adversity represented by low SES, racial/ethnic discrimination and neighborhood disadvantage exerts a strong negative effect on minority psychological well-being (Ross 2000; Williams and Collins 1995) . But while all of these sources of structural disadvantage commonly apply to black and Hispanic groups, some are less applicable to Asians. Specifically, though many Asian adolescents report experiencing racial/ethnic discrimination (Romero et al. 2007) , as a group they are generally raised in comparatively affluent households (U.S. Census Bureau 2008) . Furthermore, previous research has indicated that Asians face unique psychosocial challenges in late adolescence, primarily due to parent-child conflicts arising from high parental expectations for achievement (Greenberger and Chen 1996; Lee and Liu 2001) . Likewise, both Asians and Hispanics are often subject to the additional stresses associated with bicultural identity, particularly in adolescence (Romero et al. 2007 ). Based on these theoretical perspectives, we predict elevated levels of depression among Asians during adolescence and a persistent disadvantage in depression across early life for blacks and Hispanics.
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Our second set of hypotheses attempts to explain gender and racial/ethnic differences in adolescent depression by incorporating the tenets of the stress process model. Perhaps the most obvious and well-documented association is the link between low SES and depression (see Lorant et al. 2003) . SES is a fundamental dimension of the stress process that both structures an individual's exposure to stressful life events and influences his or her vulnerability to stressors through available resources and coping mechanisms (Pearlin 1989; Link and Phelan 1995) . From a developmental perspective, adolescence is a period of growth and maturation when SES can exert significant and lasting influences on well-being. Thus, our next objective is to examine how childhood SES mediates racial/ethnic disparity in adolescent depression. Countless studies show that SES is negatively associated with depression (e.g., Dohrenwend et al. 1992; Kessler et al. 1994 ) and an equal volume of literature shows that blacks and Hispanics have lower mean SES levels than whites (see Williams and Collins 1995) . Drawing from these findings, we anticipate that a significant portion of the racial/ethnic disparity in adolescent depression can be explained by SES differences between these racial groups. However, as former research has found that racial/ethnic structural disadvantage extends beyond SES (Ross 2000; Williams and Collins 1995) , we predict that childhood SES will not explain the full extent of black and Hispanic disadvantage in early life depression.
It is often argued that gender and racial/ethnic inequalities in depression resulting from structural disadvantage are mediated through disparities in stress exposure and adaptive resources (Pearlin 1989; Williams and Collins 1995) . Among the mechanisms linking structure and depression, perhaps the best studied are SLEs (e.g., Kendler et al. 1999; Ge et al. 2006) . Research has shown that low SES increases SLE exposure (McLeod and Kessler 1990; Mickelson and Kubzansky 2003) , which in turn promotes depression (Pearlin 1989) . Despite the bulk of evidence linking depressed affect to SLEs (e.g., Turner and Wheaton 1995) , research has been slow to employ trajectory approaches to examine age variation in the impact of stress exposure on depression. Therefore, we propose:
Hypothesis 3a: Female disadvantage in early life depression trajectories is partially attributable to greater exposure to SLEs.
Research on both adolescents and young adults has indicated that females experience a higher volume of SLEs than males (e.g., Hankin and Abramson 2001) . According to this perspective, social roles expose them to more stress than males, because females, like individuals with low socioeconomic status, are often situated in social roles where they are expected to perform less desirable tasks with little recognition or reward (e.g., Turner and Lloyd 1999) . Given the substantial evidence supporting this perspective, we hypothesize that a portion of the gender gap in early life depression will be due to greater exposure to SLEs among females. Similar to females, we hypothesize that adolescent blacks and Hispanics are, on average, exposed to a greater number of SLEs than white adolescents. We find support for this hypothesis in theories of structural disadvantage, which maintain that these minorities experience a greater volume of stressors than whites due to their marginalized social location and experience of racial/ethnic discrimination (Williams et al. 2003; Williams and Collins 1995) .
In many cases, however, accounting for gender and racial/ethnic differences in both SES and SLEs fails to fully explain observed health disparities (Gore and Aseltine 2003; . Thus, researchers have investigated alternative explanations, including possible gender and racial/ethnic differences in vulnerability to SES and SLEs (Dornbusch et al. 1991; Aneshensel et al. 1991) . We test this argument with the following hypotheses:
Hypothesis 4a: Gender differences in adolescent depression are partially attributed to the greater tendency of females to react depressively to low childhood SES and SLEs.
Research from various theoretical perspectives suggests that females respond to adversity with greater depressive affect than males. For instance, the double jeopardy hypothesis suggests that characteristics associated with disadvantaged social position, such as low SES and female gender, may interact to produce particularly detrimental mental health outcomes (Dowd and Bengston 1978) . This explanation suggests that females generally face chronic adversity due to being situated in less desirable social roles (Turner and Lloyd 1999) , and that these difficulties deplete females' coping resources, leaving them less able to respond to additional sources of adversity, such as SLEs and low SES (e.g., ). An alternative perspective suggesting greater depressive response to adversity among females is the gendered stress reactivity hypothesis (Aneshensel et al. 1991) . This perspective holds that females are not globally more susceptible to the negative effects of adversity, but simply express distress differently than males. Accordingly, studies indicate that males are more likely to respond to adversity with externalizing behaviors and substance abuse, whereas females tend toward internalizing responses (Hagan and Foster 2003) . Considering support for both perspectives, we hypothesize that females respond more depressively to adversity than males, regardless of the prevailing mechanism. Much research has suggested that disadvantaged minorities, like females, experience some degree of double jeopardy, or cumulative disadvantage, when confronted with multiple sources of adversity (see McLeod and Owens 2004) . These perspectives suggest that the persistent adversity associated with minority status leaves blacks and Hispanics with fewer buffering social and psychological resources than whites, and thus, more vulnerable to the effects of additional adverse circumstances (e.g., Dowd and Bengston 1978; Williams and Neighbors 2001) . Based on these perspectives, we predict that black and Hispanic individuals will respond more depressively to low childhood SES and SLEs than their white counterparts during early life.
Methods

Sample
We analyze data from three waves of the National Longitudinal Study of Adolescent Health (Add Health), a large nationally representative sample of U.S. adolescents and young adults, with an over-sampling of racial/ethnic minorities. The baseline sample consists of 80 high schools selected with probabilities proportional to size and an additional 52 feeder middle schools. The overall response rate for the 134 participating schools was 79 percent. Of the more than 90,000 students who completed in-school surveys during the 1994-1995 academic year, a sample of 20,745 adolescents in grades 7-12 were followed over a seven-year period in 1994-1995, 1995-1996 and 2001-2002 . A questionnaire was also administered to a residential parent of each adolescent. Details of Add Health's sampling design, response rates and data quality are well documented. The analytic sample for this study consists of 18,764 native-born white, black, Asian and Hispanic adolescents.
Measures Depressive Symptoms
Depressive symptoms are measured using a nine-item scale derived from the conventional 20-item Center for Epidemiologic Studies Depression Scale (Radloff 1977) . The 20-item CES-D is composed of questions on a number of physical and psychological symptoms of depression, which cluster into four factors: SomaticRetarded Activity, Depressed Affect, Positive Affect and Interpersonal Relations (Ensel 1996; Radloff 1977) . The scale has been validated in adult samples of whites and blacks (Blazer et al. 1998 ) and samples of adolescents and young adults (Radloff 1991) . Previous factor analyses have validated the subscale used in Add Health, indicating it is invariant across subgroups and contains the four factors present in the full scale (Meadows et al. 2006) . Fortunately, a 19-item CES-D was collected in the first two waves of Add Health and a comparison with the subscale (nine items) indicated high correlation (r = .91 and .92, waves one and two, respectively). Individual items are coded on a four-point scale to indicate the frequency of symptoms occurring during the past week, ranging from never or rarely (0) to most or all of the time (3). The reliability of the nine-item scale is consistent across all three waves of data (a = .79, .80 and .80, respectively).
Parental SES
We include measures for parental education and household income. We use adolescent reports to determine the educational attainment of the sampled residential parent (typically mother) and use the parental questionnaire to ascertain the educational level of the parent's current partner (typically father). Household income is ascertained from the parental questionnaire and includes all sources of income from the previous year (in thousands of dollars). Preliminary analyses indicated that a latent construct of the individual SES measures provided greater explanatory power and was more consistent with our theoretical framework. We use mean-centered indicators of SES to assist in model interpretation.
2
Stressful Life Events
The current study uses an additive index to measure cumulative exposure to stressful life events. Presented in Appendix 1, the SLE index used here is derived from one developed by Ge et al. (1994) . Established criteria for the development of the SLE index were used in modifying and expanding the measure for the Add Health survey (Turner and Wheaton 1995) . For example, only acute events of sudden onset and of limited duration that occurred within 12 months of the interview were included (Turner and Wheaton 1995) . To ensure complete coverage of stressful events, we included almost 50 items from various life domains (e.g., family, romantic and peer conflicts, academic problems, involvement/exposure to violence, death of family/friends). A major challenge of operationalizing this measure of SLEs was to make it longitudinally appropriate. As adolescents make the transition into adulthood, some stressors become more (e.g., divorce or entering military service) or less (e.g., expulsion from school) relevant. Thus, to ensure stress was suitably measured at different life stages, we used a slightly different set of items for wave III to capture the different life experiences (see Appendix 1). A simple, additive index was created from the selected items and is standardized in the current analysis.
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Race/Ethnicity Add Health allows respondents to indicate as many racial/ethnic categories as deemed applicable. Approximately 4 percent of the participants report a multiracial/ethnic identity. Following criteria developed by Add Health data administrators, we assign one racial identity for persons reporting multiple backgrounds. This method combines Add Health's racial/ethnic variables as following: respondents identifying a single race are coded accordingly; respondents identifying as Hispanic were coded as such regardless of racial designation; respondents identifying as "black or African American" and any other race were designated as black; respondents identifying as Asian and any race other than black were coded as Asian. Sensitivity analyses comparing this coding approach with another including a multiracial/ethnic category suggest that findings are robust across coding schemes.
3
Analytic Strategy
Add Health is typical among longitudinal datasets, in that it is organized by wave of assessment with variability in age at each wave. This presents a challenge to our current purpose because developmental theory is clear that age is a more meaningful time metric than wave for the study of depression trajectories (e.g., Hankin et al. 1998 ). Accordingly, we restructure the three waves of Add Health data to provide age-based measurements for the trajectory analyses. Fortunately, addressing the issues associated with analyzing data that has been restructured from wave to age has been an active topic in the methodological literature on latent curve modeling and effective strategies are now well-established (see Bollen and Curran 2006) . 4 This analysis uses age-based latent curve models, a special case of the structural equation model, to model trajectories of depressive symptoms across adolescence and young adulthood. LCM is a flexible approach to modeling developmental trajectories, in which the observed repeated measures are considered indicators of an unobserved growth trajectory (Willet and Sayer 1994). We begin by fitting a series of unconditional growth models (i.e., trajectories with no predictors) to identify the correct functional form of the trajectory. A test of various specifications (e.g., linear, quadratic and a set of piecewise linear models) indicated that the shape of the average trajectory followed a curvilinear pattern (inverted U-shape), with depressive symptoms increasing through adolescence and declining in young adulthood. Thus, the unconditional trajectory is modeled as a quadratic function of age.
After developing an accurate model of the unconditional trajectory of depressive symptoms for the full sample, we sequentially introduce predictors in order to test each hypothesis in the order it is presented. We begin by examining trajectory differences by gender and race/ethnicity. We then include childhood SES, assessing the degree to which it explains racial/ethnic differences in CES-D trajectories. Next, we examine the degree to which exposure to SLEs mediates the effects of gender and race/ethnicity. Cohort effects are then examined. Finally, we investigate the degree to which race/ethnicities and genders differ in their sensitivity to childhood SES and SLEs by introducing a series of interactions. A simplified path diagram of the full structural equation model, without interactions, is presented in Figure 1 . Data management and descriptive statistics were performed with Stata 9.2 and latent curve modeling with Mplus 4.2. Table 1 presents means and standard deviations by wave and age for the nine-item CES-D. Two notable trends are evident. First, there is a strong trend of increasing symptom levels through early adolescence, slowing in late adolescence and declining in young adulthood. A strong cohort trend is also present, with lower symptom levels among younger cohorts. Descriptive statistics are presented for the model predictors in Table 2 . Similar to CES-D levels, SLEs are shown to increase in frequency across adolescence and then decline in young adulthood. Demographically, the sample is approximately equally split between genders, and Add Health's minority oversample is apparent with blacks and Hispanics representing higher proportions of the sample than the national population. Finally, the measures of SES show that the mean yearly household income for respondents is approximately $47,000 and mean highest parental educational attainment is slightly greater than a high school degree for both parents.
Latent Curve Models of Depressive Symptoms
We find that a quadratic unconditional LCM of depressive symptoms best fits the data and represents a superior balance of accuracy and parsimony.
5 As shown in Model 2 tests hypotheses 1a and 1b by examining the effects of race/ethnicity and gender on depression trajectories. Dummy variables predicting each of the growth factors are included for black, Asian, Hispanic and female, with white and male as reference groups. Visualized in Figure 2 , key findings include significant, positive effects for blacks, Hispanics and females on the intercept growth factor. Among racial/ethnic groups, only Asians differ on the slope growth factors, exhibiting a significantly higher linear slope and more negative quadratic slope. Again, the growth factor means are all highly significant and indicated a curvilinear, inverted U-shaped trajectory. Model fit indices indicate good fit. Overall, these results support hypotheses 1a and 1b, indicating that females and racial minorities experience higher levels of depression than whites and males. Specifically, results indicate a widening, then narrowing, of the gap between Asians and whites, while the gaps for blacks and Hispanics are persistent across early life. Model 3 examines Hypothesis 2 by including childhood SES as a time invariant predictor to the race/gender model described above. Childhood SES is modeled as a latent variable estimated from three indicators: father's and mother's educational attainments and household income.
7 Key findings from this model include a large, highly significant negative effect of childhood SES on the intercept growth factor, a significant positive effect on the linear slope growth factor, and no significant effect on the quadratic growth factor. Also notable is the substantial attenuation of black and Hispanic intercept coefficients when including the childhood SES variable, with the value of black and Hispanic coefficients decreasing by 24 percent and 36 percent, respectively. Despite this attenuation, both coefficients remain significant. Conversely, the Asian intercept coefficient increases with the inclusion of childhood SES by 53 percent, to statistically significant levels. The growth factor means are all significant and continue to indicate an inverted U-shaped trajectory. Fit indices again confirm good model fit. These results support Hypothesis 2, indicating that racial differences in childhood SES explain much of the disparity in early life depression trajectories for blacks and Hispanics.
Models 4 and 5 test hypotheses 3a and 3b by introducing the SLE index as a time variant predictor of CES-D. In model 4, the effects of SLEs are allowed to Note: CES-D = Center for Epidemiologic Studies Depression Scale, nine-item subscale.
Early Life Depression Trajectories • 45 vary across ages. Results from this model indicate that the effects of SLEs are large, positive and highly significant at each age, with a modest degree of variation in effect size across ages. In model 5, the effects of SLEs are constrained equal for all ages -estimating only a single coefficient for the effect of SLEs on CES-D across all ages. This model again shows the effects of SLEs to be large, positive and highly significant for all ages. Other than differences in the modeling of SLE effects, parameter estimates are essentially equivalent across the two models, but fit indices indicate that the more parsimonious model 5 offers a superior fit to the data. Thus, all subsequent models use the SLEs specification used in model 5. Substantively, model 5 shows further attenuations of black and Hispanic intercept coefficients, with the combined effects of childhood SES and SLEs diminishing black and Hispanic intercept effects by 49 percent and 58 percent, respectively. Conversely, controlling for SLEs increases intercept coefficients for Asians and females. Despite the mediating effect of SLEs, all racial/ethnic and gender intercept coefficients remain significant. Also noteworthy is the moderate attenuation of the effects of childhood SES after the inclusion of SLEs, confirming SLEs as a mediator of childhood SES's influence on depressive symptoms. Otherwise, the model is robust to the inclusion of SLEs, with only minor changes in the growth factor means and measures of model fit. In sum, Hypothesis 3a for females is not supported and Hypothesis 3b is supported as racial differences in exposure to SLEs explain much of the racial gap in early life depressive symptom trajectories for blacks and Hispanics.
Model 6 in Table 3 examines the influence of cohort, specified as a time invariant continuous variable. Large, highly significant cohort effects are present on each of the three growth factors. These results indicate that older cohorts are characterized by higher levels of depressive symptomology at all ages. Further, the trajectories of older cohorts are less peaked across the period examined. Otherwise, parameter estimates are generally consistent and model fit is slightly improved through modeling the effects of cohort.
Racial/Ethnic and Gender Differences in the Stress Process of Depression
To investigate whether racial/ethnic and gender groups differ in their depressive response to childhood SES and SLEs, we expand the preferred model from the previous set of analyses to include sets of interactions. We first investigate whether the effects of childhood SES differ by racial/ethnic and gender groups in models 1 and 2 of Table 4 , before examining racial/ethnic and gender heterogeneity in the effects of SLEs in model 3. Model 4 presents results from the final, trimmed model with nonsignificant interactions excluded.
Results from model 1 of Table 4 indicate significant negative interactions for blacks, Hispanics and females on the effect of childhood SES on the trajectory intercept. Other than changes in the SES effect on the trajectory intercept, parameter estimates are consistent with the former model, and measures of model Table 4 examines differential sensitivity to SLEs. Findings indicate a large, positive, highly significant interaction effect for females, but no significant interactions for any racial/ethnic groups. Thus, females show greater sensitivity to SLEs relative to males. Otherwise, parameter estimates are consistent, and fit indices indicate good fit. The last model shown, model 4, describes the overall preferred, trimmed model. Here, interactions between SES × race/ethnicity, SES × gender and SLEs × gender are modeled along with the base model. All significant interactions from the former three models held in this model. Illustrated in Figure  3 , findings again indicate that blacks, Hispanics and females show greater sensitivity to childhood SES. Compared to whites, the estimated effects of SES for blacks and Hispanics are 35 percent and 29 percent larger, respectively. Further, the estimated influence of SES among females is approximately 26 percent larger than among males. Similarly, as shown in Figure 4 , the estimated influence of SLEs is 94 percent larger among females than among males. Other than differences in the influence of SES and SLEs, parameter estimates were consistent between the final model and the preferred model from Table 3 and all measures of fit indicate that the final model fits the data well. In sum, this set of models partially supports hypotheses 5a and 5b, as females, blacks and Hispanics show increased sensitivity to the effects of childhood SES and females show increased sensitivity to the effects of SLEs. However, modeling the interaction effects does not substantially narrow the gender and racial/ethnic gaps in early life depression. 
Discussion
The sociological study of mental health has long emphasized the importance of the structural underpinnings of the stress-depression relationship. Research in this vein has advanced race/ethnicity, gender and SES as primary dimensions of inequality structuring exposure to stress and the development of depression. Although research has repeatedly shown these dimensions to be influential, fundamental questions remain regarding the nexus of structure, stress and depression in early life. Using Add Health, this study addresses limitations in current knowledge regarding the course of gender and racial/ethnic disparity in early life depression, and the role of stress and childhood SES in explaining these subgroup differences.
Results from our analyses reveal several major findings. First, females and racial/ ethnic minorities experience higher levels of depressive symptoms across early life compared to males and whites. Second, childhood SES and SLEs explain much of the minority disadvantage in depressive symptoms for blacks and Hispanics. Third, females, blacks and Hispanics react more depressively to low childhood SES than males and whites. Fourth, females react more depressively to SLEs than males, despite greater exposure to SLEs among males. These findings contradict previous evidence of white disadvantage in early life depression (e.g., Dornbusch et al. 1991) and female disadvantage in SLEs exposure (Turner and Lloyd 1999; McLeod and Kessler 1990) , while providing support to research on gender differences in early life depression (Nolen-Hoeksema 1990) and theories of racialized structural disadvantage (e.g., Williams and Collins 1995) .
We find that trajectories of depressive symptoms are curvilinear across adolescence and young adulthood and that there are major gender and racial/ethnic variations in this pattern. Notably, our results corroborate previous findings that depression levels rise through early adolescence and peak in mid to late adolescence (Ge et al. 2006) , with trajectory apices occurring at ages 15 through17. Substantively, these findings highlight the emotional difficulties encountered in adolescence and the beneficial effects of many of the events associated with the transition to adulthood, such as achieving independence, establishing stable relationships and an increased sense of control (Schieman et al. 2001) .
As expected, females exhibit persistently higher levels of depressive symptoms than males. However, we observed a substantial narrowing of the gender gap across young adulthood in several models. While studies have indicated some narrowing of the gender gap in the transition to adulthood (Hankin et al. 1998; Ge et al. 2006) , this is the first study to show such a dramatic degree of convergence. Although these results should be considered tentative due to inconsistent statistical significance across models, given the relative superiority of the data employed here over that used in former examinations, we believe this anomalous finding deserves further investigation. That said, it is important to note that the trajectories presented here should not be extrapolated beyond the ages included in the sample. Given the overwhelming evidence of gender depression differentials across adulthood (e.g., Mirowsky 1996), we suspect that any narrowing of the gender gap must either stabilize or reverse at some point in early adulthood. In sum, our findings support the longstanding finding of female disadvantage in depression and provide a more nuanced picture of the fluctuation in the gender gap across early life.
Consistent patterns of racial/ethnic disparities in depressive symptoms indicate a general advantage for whites of both genders. Thus, theories of structural disadvantage are supported as minority status is consistently associated with reduced psychological well-being after adjusting for childhood SES and SLEs (e.g., Williams and Collins 1995) . However, important differences between racial/ethnic minority groups also suggest variations in the social etiology of depression across groups.
Childhood SES is highly influential on depressive symptoms for the entire sample, and although this effect is persistent across early life, we find some evidence that it lessens over time. There are also considerable differences in childhood SES levels between racial/ethnic groups, and thus, controlling for childhood SES decreased the black-white depressive symptoms gap by about 25 percent and decreased the Hispanic-white gap by almost 35 percent. Conversely, as Asians report a higher level of childhood SES than whites, control of childhood SES results in a more than 50 percent increase in the Asian-white disparity. Controlling for SLEs has similar effects to SES on the racial disparity in depressive symptoms. Specifically, as blacks and Hispanics have higher, and Asians lower, levels of SLEs than whites, adjusting for life events further reduces white-black and white-Hispanic disparity in early life depressive symptoms while increasing the white-Asian gap.
Collectively, controlling for childhood SES and SLEs reduces the racial/ethnic disparity by 49 percent for blacks and 58 percent for Hispanics, and increases the gap by 78 percent among Asians. These findings corroborate work by Williams and others (e.g., Williams et al. 2003; Williams and Collins 1995) suggesting that minority well-being is undermined by several converging sources of structural adversity. Thus, while childhood SES and early life SLEs are major factors explaining the black-white and Hispanic-white depression gaps, these factors actually obscure the Asian-white disparity. It is only after controlling for these factors that it becomes apparent that Asians experience a comparable degree of disadvantage in depressive symptoms as other racial/ethnic minority groups. Given the substantial effects of perceived racism and discrimination reported in the literature (e.g., Williams et al. 2003; Romero 2007) , we suggest that these unmeasured sources of adversity likely explain much of the observed residual racial disparities.
In addition to factors common to the experiences of minorities, the Asian experience in early life is uniquely characterized by relatively elevated levels of depressive symptoms in late adolescence and sharper declines during young adulthood. This finding is consistent with previous research and likely points to the unique psychosocial challenges that Asians face in late adolescence due to parent-child conflicts arising from high parental expectations for achievement and obedience (Greenberger and Chen 1996; Lee and Liu 2001) . However, unlike previous research on the topic, we were able to leverage the longitudinal design and wide age range of Add Health to model this phenomenon in life course context, showing that the relative difficulties Asians face in late adolescence fade with the transition to adulthood and the increased independence this brings.
Beyond examining racial/ethnic differences in depression trajectories and the roles of childhood SES and SLE exposure in explaining these disparities, we also investigate the issue of differential sensitivity to childhood SES and SLEs across subgroups. Results indicate that blacks and Hispanics are substantially more sensitive to the effects of childhood SES than whites. This finding supports several related theories suggesting that the experience of persistent adversity, such as the experience of racial/ethnic discrimination, weakens individuals' ability to respond to additional sources of adversity -low SES in this case. For our purposes, these perspectives may be reasonably classified under the rubric of cumulative disadvantage (see McLeod and Owens 2004) , but include a wide array of theories including double jeopardy (Dowd and Bengston 1978) , heightened vigilance (Williams and Neighbors 2001) , as well as classic stress process theory (Pearlin 1989) . Despite their differences, these perspectives are uniformly consistent with our findings in their suggestion that the depletion of physical and psychological resources caused by pernicious social factors associated with disadvantaged minority status tends to weaken individuals' ability to cope with additional sources of adversity.
Gender differences in the function of the stress process in early life depression are also evident. Contradicting most previous research on the topic, we find that males experience greater exposure to SLEs than females in early life (e.g., Turner and Lloyd 1999) . Thus, while former studies have often suggested greater SLE exposure among females as a primary explanation of the gender gap in depression, this is not the case in our analysis of the Add Health data. Rather, we find that controlling for SLEs increases the gender gap by almost 25 percent. We suspect that this finding reflects elevated risk-taking tendencies among young males and the disproportionate representation of events related to such risk-taking behaviors in the SLE index used here. Specifically, due to limitations in the information available in Add Health, the SLEs include a substantial proportion of the events that are likely to be "self-generated" rather than "fateful" stressors (see Turner and Wheaton 1995) . Given that young males more frequently engage in behaviors increasing the risk of self-generated stressors (Crick and Zahn-Waxler 2003) , it may be that the SLE index captures stressful events more common to males than females.
Regarding gender differences in sensitivity to adversity, although occurring less frequently among females, the SLEs measured here are shown to have almost twice the impact on females compared to males. Similarly, females react more depressively to low childhood SES than males. In interpreting these findings we suggest two distinct, though not mutually exclusive, potential explanations. First, it may be the case that females experience some degree of cumulative disadvantage. That is, the difficulties associated with females' social roles may deplete their coping resources, leaving them less able to respond to additional sources of adversity, such as SLEs and low SES (e.g., . Alternatively, this finding may be explained by the gendered differences in stress reactivity perspective, which suggests females are not more susceptible to the negative effects of adversity, but simply respond to stressors in different ways than males (Aneshensel et al. 1991) . Unfortunately, we can not empirically adjudicate between these potential explanations, and given that both have received substantial support in previous research, it is not clear which perspective is more compelling theoretically. It is worth noting, however, that these two explanations are not necessarily contradictory -it is possible that when faced with adversity females experience some degree of double jeopardy, and this is expressed primarily as internalizing symptoms. We leave further investigation of this issue to future research, but note that Add Health contains the measures necessary for a thorough examination of the topic.
Given the large magnitude of the gender differential in SLE sensitivity, an obvious question is whether there are specific events to which males and females respond differently. To investigate this issue we conducted additional analyses to look for gender × life event interaction effects on depressive symptoms for each individual life event included in the index (data not shown). Interestingly, the results suggest that gender differences in SLE sensitivity are fairly pervasive across all events measured. Thus, females react more depressively to a wide range of events including experiences of violence, relationship problems, sexual abuse, academic problems and involvement with the criminal justice system. Collectively, these results suggest that regardless of the life domain, females generally respond more depressively to stressful events in early life than males. As previously discussed, it is not clear whether this reflects heightened sensitivity to adversity among females, gendered differences in stress response, or both.
The current analyses offer some of the first comprehensive trajectory models of depressive symptoms in early life for both genders and all large American racial/ ethnic groups. However, the study is nevertheless limited in several respects. First, additional waves of data would allow an extension of our understanding of how depressive symptoms develop over a longer period of the life course. The present investigation was limited to ages 12 through 26 based on three waves of data that are currently available from the Add Health study. Fortunately, the fourth wave of data collection for Add Health is now underway and will allow an elaboration of the models presented here to include participants in their late 20s and early 30s.
Another shortcoming of the study was our conceptualization of stress being limited to SLEs. It has been demonstrated that other aspects of the stress process -including chronic stressors and buffering resources -are also important components of the stress-depression relationship (e.g., Pearlin 1989) . We encourage future research to improve upon the current analyses with more exhaustive models that integrate chronic stressors and buffering psychosocial resources as predictors and mediators in the stress process.
Despite these limitations, the present study improves our understanding of racial/ ethnic and gender differences in early life depression trajectories and in the degree that differences in exposure and sensitivity to SLEs and low childhood SES explain these subgroup differences. Specifically, our results show that females and racial/ ethnic minorities experience relatively higher levels of depressive symptoms across early life, and that females, blacks and Hispanics generally react more depressively to the effects of social adversity. In sum, these findings demonstrate the utility of combining large population-based data with trajectory models to investigate trends in social psychological development. As we demonstrate, this combination of data and method enables nuanced models of variation in health disparities, and their causes, across the life course. We hope future research will continue to employ this approach to further elucidate the origins and course of these disparities. 2. It is common practice with LCM to mean-center continuous independent variables (Bollen and Curran 2006) . If covariates are not mean-centered, the mean growth factors represent the trajectory for cases with values of zero on all covariates, rather than the shape of the mean trajectory for the sample.
3. As shown in Appendix 2, we conducted a final sensitivity analysis testing the robustness of our racial/ethnic coding scheme. In this model, instead of coding multiracial/ethnic individuals as a single race/ethnicity, we coded only individuals who designated a single race/ethnicity as such, and coded all individuals designating multiple race/ethnicities as "multiracial/ethnic." The results of this analysis show that the estimates from the final model were generally robust in terms of direction, significance and magnitude, regardless of the treatment of multiple race/ethnicity.
4. The fundamental issue with restructuring data from wave to age is the creation of a special case of missing data -"missing by design." (Muthén and Muthén 2007) Data that are missing by design are considered "missing completely at random" according to Rubin's (1987) typology of missing data. Thus, they can be analyzed using full information maximum likelihood estimation, which requires only that the data satisfy the less restrictive "missing at random" assumption (Bollen and Curran 2006) . FIML is generally considered a superior method for handling missing data as it maintains optimal properties under less restrictive assumptions than do more traditional approaches, such as listwise deletion (Allison 2002) .
5. In this unconditional quadratic LCM, the intercept factor loadings are all set to 1, the linear slope factor loadings are set to 0, 1, 2…14, and the quadratic factor loadings are set to 0, 1, 4…196. 
